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Fig. 3.  Systemic clodronate liposome treatment results in depletion of splenic 

macrophages and pulmonary alveolar and interstitial macrophages. 



Mice that were either pretreated with phosphate buffered saline (PBS) carrier 

(intravenous) or with clodronate liposomes (intravenous) were assessed by flow 

cytometry for macrophage depletion in their digested lungs and spleen using F4/80, 

CD11b and CD68 antibodies as indicated.  Cells were permeabilized for CD68 staining 

(marking alveolar macrophages). 

Data are representative of 2-3 independent experiments. 

IgG – Immunoglobulin G isotype control antibody 
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